Experience in performing systolic time intervals upon healthy nonsmokers exposed to carbon monoxide has prompted me to comment on the recent report by Rabinowitz et al.' While their results are interesting, I would like to point out that we encountered similar results from a study of nine healthy, nonsmoking males exposed to carbon monoxide alone vs filtered air, double-blind in a closed ventilation system.2 These results suggest that carbon monoxide, while being inotropic immediately after exposure (2-3 minutes) by proportionately increasing left ventricular ejection time (which is related to stroke volume) reverses this at a later interval (19-22 minutes). We interpreted this as immediate compensation followed by decompensation. It would be interesting if Rabinowitz et al. took later measurements.
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To the Editor:
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Compensation followed by decompensation seems logical, since
Ayres has shown that the increased stroke volume seen in carbon monoxide exposure is primarily due to increased coronary blood flow requirements.3 That an adverse rebound occurs is not totally unexpected. As recently discussed, one needs to separate out the toxic products in cigarette smoke that contain not only nicotine and carbon monoxide, but hydrogen cyanide, oxides of nitrogen and carcinogens.4 This sequence of events was also shown by Aronow in his angina treadmill studies that began with cigarettes, progressed to lettuce cigarettes to remove nicotine, then to commuter traffic and finally to closed ventilation, double-blind lab exposure to odorless carbon monoxide.5 Therefore, one must be cautious about interpreting studies that have carbon monoxide mixed with nicotine and several other products in cigarette smoke, as well as to be sure to take a view of sequential events in left ventricular function. THOMAS L. KURT Unfortunately, analysis of the data presented in tables 1 and 2 shows that this is not the case. In all 93 patients, ECG voltage (S,1 + Rv5 or V6) correlated equally with the LV mass index (r = 0.790) and with the h . R product (r = 0.788). Similarly, in the group of 47 patients with ECG LVH, Sv, + Rv5 or V6 actually correlated slightly better with LV mass index (r= 0.592) than with h. R (r = 0.552). Finally, if 10 patients with borderline ECG voltage are excluded, the presence or absence of LVH on the ECG was correctly predicted in 82 of 83 patients by use of an h-R
